to have frontal headaches, followed two days later by vomiting, succeeded by drowsiness and anorexia. No history of nasal trouble at any time.
Examination.-Temperature 1030 F. Pulse 110. Ill-looking boy, with very tender fluctuating swelling just to right of midline of forehead. Routine neurological examination negative save for very slight lower right facial weakness, diminished abdominal reflexes and a doubtful right extensor plantar response. 200 Subsequent progress.-His general condition improved, although he ran the high intermittent temperature of acute osteomyelitis. On the third day he complained of pain in left thigh; this subsequently proved to be due to a subacute metastatic focus in femur. He was carefully observed for the development of any signs indicating intracerebral involvement and these duly appeared. In a fortnight he developed a definite right extensor plantar reflex and slight lower right facial weakness. In the fifth week his pulse-rate was for two days in the 50's and he had three small vomits. His general condition was very good and no interference was made. In the eighth week the pulse again slowed, vomiting was more marked, headaches and drowsiness occurred, and a slight right-sided weakness appeared. No papillcedema. No aphasia. No History.-On September 7, 1932, he was hit on the forehead by a crowbar. He was dazed but not unconscious. The skin was broken and bled a little but healed up rapidly. Two weeks later he started to have frontal headaches; six weeks later a swelling occurred at the site of the accident and discharged pus spontaneously. Admitted to London Hospital on October 28. No abnormal neurological signs found. X-rays showed several small sequestra in a limited area of osteitis. On November 20 the wound was explored, six small sequestra removed and an extradural abscess drained. The dura itself was covered with rough granulations. By December 16 the discharge bad practically ceased; he was free from headaches and he was discharged. His temperature had never been above°9 9 F.; his pulse had never been slowed.
On May 1, 1933, five months later, he was readmitted, having for four days been unsteady on his legs, apathetic, depressed even to crying, sick and complaining of headaches. His wife stated that during the previous few months he had been somewhat forgetful and had had occasional headaches, but, on the whole, had been very well. Operation (May 4, 1933) .-Exploration and drainage of left frontal lobe abscess, through fresh opening just to right of midline. Thick green pus (Staphylococcus aureus) found 2 cm. deep to cortex. Subsequent progress.-The general condition improved quickly but the mental condition remained impaired for some four weeks. He was apathetic, talked in monosyllables and then nonsensically. When asked if he knew where he was, he would say "Somewhere in the Tidal Basin." (He had been a dock labourer.) He had occasional incontinence. Quite quickly, however, within a few days of the end of this period he became quite rational, interested in his surroundings, and talked well.
The abscess was drained for seven weeks. After removal of the drain, the wound healed quickly. His abnormal neurological signs had completely disappeared by July 3, 1933, when he was discharged. He has remained perfectly well since.
Cerebral Cysticercosis with Epilepsy.-D. DENNY-BROWN, M.B. P. T., male, aged 31, admitted to Guy's Hospital under Dr. Symonds November 3, 1931, on account of epilepsy and failing vision. No family history of epilepsy could be elicited. He had had poor vision in the left eye as long as he could remember. In 1924, while stationed in India, he contracted malaria. While convalescing he had an attack of unconsciousness, followed by prolonged amnesia. He is unable to give a clear history of this period. Sent back to England, and from that time suffered from fits at irregular intervals. Each attack was preceded by involuntary shaking of head, passing into generalized convulsion, and followed by severe headache. In 1927 and in July 1931, he had periods of frequent fits (? status epilepticus), with severe headache, but had only very hazy recollection of them. He had had one right-sided attack, affecting the right hand and arm, two months before admission. He was certain that vision in left eye had been progressively deteriorating since 1924. One week before admission he suffered from severe right-sided frontal headache, with blurred vision in the left eye.
On admission.-Pallor of both optic discs, more marked on the left side, with some blurring of the medial border of both discs. Both pupils slightly irregular. No other abnormal physical signs. Cerebrospinal fluid: Pressure, 225 mm.; residual pressure after withdrawal of 8 c.c., 215 mm. Cells nil; protein 0O1%, chlorides 740 mgm. %. Skiagram of skull revealed very numerous scattered points of calcification up to the size of a pin-head throughout the brain, both superficial and deep, but not below the tentorium. The limbs were X-rayed for other evidence of the disease but none was found. The discs became more blurred, and the patient was observed to have a persistent right extensor plantar response after some attacks. An encephalogram showed no definite distortion of the ven'tricles. In December 1931 Mr. Bromley made a right temporal decompression. No abnormality of the cerebral cortex could be detected at operation. Since that time he has continued to suffer from intermittent frontal headaches and from minor attacks preceded by shaking of the head and followed by confusion, amnesia, and headache. Occasional attacks of parasthesia over the whole left side and, less frequently, similar attacks affecting the right upper limb. Regular luminal and bromides control the attacks to some degree, so that he loses consciousness only very infrequently. Vision poor in left eye, more obvious pallor in both discs, right more than left. No fresh abnormality of physical signs. Plantar responses both flexor. Further skiagrams of skull in January 1933 revealed no change in calcification.
The optic atrophy in this patient is particularly interesting. Mild optic neuritis with consequent atrophy has been described commonly in cerebral cysticercosis and due either to hydrocephalus or to basal meningitis. When he was first seen it was thought that here there was hydrocephalus. An encephalogram
